which have been reported to occur in the subcutaneous and muscular tissues of dogs and other species. [3] [4] [5] They are considered to be benign histologically, but they often cause massive tissue invasion as they grow by infiltration and expansion, and generally carry a poor prognosis. To our knowledge, infiltrative lipomatosis is a disorder which has not been reported in the equine. This is the first case report of an infiltrative lipomatosis which led to the development of colic in a horse due to compromise of the muscular and neural structures of the colonic wall. Abdominal surgery was performed, and the small colon was found to be distended with firm, impacted material throughout its length. Multiple, fresh, serosal tears were also present throughout the small colon. Multiple hemiations were present within the wall of the small colon. Accumulations of fatty tissue were present at these sites. The animal was humanely euthanized due to the severity of colonic lesions.
On gross examination the animal was well fleshed, weighing 522 kg. Internally, there was approximately 2 liters of clear fluid within the abdominal cavity. The transverse and small colons were distended and filled with semimoist, impacted fecal material. The most remarkable gross lesions were randomly scattered, multifocal-to-coalescing, raised, fatty masses, ranging in size from 1 cm to 30 cm in diameter on the antimesenteric serosal surface of the small and transverse colon (Fig. 1 ). These fatty masses had numerous fingerlike outgrowths which coalesced and radiated from a central origin, giving an overall globoid to cauliflower-like appearance ( Fig. 1) . A small number of the fatty masses were pedunculated by short fibrous connective tissue stalks. Small to large quantities of bright red clotted blood and variably sized zones of necrosis were often found within the central areas of fatty masses. Associated with the large lipomatous masses were numerous diverticula of the small colonic wall, which were generally filled with impacted, slightly moist ingesta. Extensive petechial, ecchymotic, and suffusive hemorrhages were present on the serosal surface of the entire small and transverse colon, within the mesocolon, and often between sheets of fatty tissue which extended from the mesenteric border. The entire large and small colon had multifocal, petechial-to-ecchymotic hemorrhages in the mucosa. Additionally, numerous tears, ranging from 0.5 cm to 4 cm in length, were present on the serosal surface of the small and transverse colon. Numerous fibrous tags were present on the surface of the left lobe of the liver. There were no other remarkable gross lesions of diagnostic significance.
Microscopically, multinodular proliferations of well-differentiated adipocytes associated with connective tissue stalks had invaded and effaced the longitudinal layer of tunica muscularis of the small colon (Fig. 2) . The adipocytes intersected muscle layers and formed cellular aggregates that expanded against, and compressed, the myofibers of the longitudinal layer of the tunica muscularis (Fig. 2) . Areas of necrosis, hemorrhage, fibrin, and neutrophil infiltration were present throughout the adipose nodules.
The pathogenic mechanism underlying the development of colic in this horse appeared to be directly related to the infiltrative nature of the lesions. The integrity of tunica muscularis of the small and transverse colon was partially de-stroyed by the invasive adipocytes, weakening the affected areas and probably impeding the normal peristaltic functions. The impingement of the myenteric plexus may have led to decreased muscular tone of the tunica muscularis, thus inducing the outpouchings which were observed grossly. The compromised areas of colon probably accumulated impacted material, and as the pouches filled, the material was further packed in by pressure generated from movement of fecal material within the main colonic lumen. The serosal tears were probably due to muscular weakening and stretching of the impacted small colon.
The lesions in this case were most consistent with those of an infiltrative intestinal lipomatosis, which has not previously been reported in any species. Benign lipomas, which originate from mesenteric fat, are well known to occur in horses. They have a tendency to become pedunculated, leading to intestinal obstruction and strangulation when the stalk twists around a loop of intestine. 1 The lesions presented in this case were considered to be histologically benign; however, as with subcutaneous infiltrative lipomas in dogs 5 this process appeared to be invasive and was causing tissue destruction as a consequence of its growth. Lead (Pb) is ubiquitous in the environment and traces of it have been found in all animal tissues. Despite its widespread occurrence it is doubtful if Pb serves any metabolic requirement. Excess quantities have been shown to cause multisystemic toxic effects in animals. 5, 6 In experimental animals, exposure to inorganic Pb may result in impairment of immune function. 8,10,12 Depression of host defense mechanisms associated with Pb exposure can be of sufficient biologic significance to result in increased susceptibility to infectious agents. 8 In North America, raccoons (Procyon lotor) are ubiquitous and abundant. These small-bodied carnivores may serve as environmental sentinels. 1 Since Pb produces immune system dysfunction, it may Received for publication October 7, 1994. make raccoons more susceptible to certain infections, such as rabies, and exacerbate epizootics such as the one now being experienced throughout the eastern USA. 11 Raccoons exposed to Pb may be considered as poor candidates for an effective immune response to vaccines, including those being evaluated for oral rabies vaccination. 15 We have recently demonstrated that raccoons from certain urban areas of the northeastern USA have significantly higher blood Pb levels than raccoons from rural areas or raccoons that were confined in the laboratory. 7 Also, in certain regions of the USA, elevated Pb content of raccoon livers has been reported, 17 and clinical cases of Pb toxicosis have been documented. 4, 13 A definitive diagnosis of Pb poisoning at postmortem is based on demonstration of excess concentration of Pb in tissues. The preferred specimens for Pb analysis from animals that have died are frozen liver and kidney. These could be routinley obtained, but often this is not done in cases of Pb toxicosis, due to the usual absence of lesions highly suggestive of Pb toxicosis at necropsy. The analysis of formalin-fixed tissues for Pb is therefore often warranted. The analysis of formalin-fixed tissues for diagnostic purposes has been recommended for selenium and copper, and tissue levels of both these elements remain unchanged by formalin-fixation. 18, 20 
Lead concentrations in frozen and formalin-fixed tissues from raccoons (Procyon lotor) administered oral lead acetate

